developmental quotient was 73 (Kinder Infant Development Scale, issued by the Center of Developmental Education and Research, Tokyo, Japan, 1989) . Facial and body features of the patient are shown in Figure 1A -C and Table S1 . Radiological examination demonstrated craniofacial disproportion, slender bones, and dolichospondyly (tall vertebral bodies) ( Fig. 1D-G) . The clinical features satisfied four of six Netchine-Harbison (N-H) SRS clinical scoring system features; (i) prenatal growth retardation; (ii) postnatal growth retardation; (iii) relative macrocephaly at birth; (iv) protruding forehead; (v) body asymmetry; (vi) feeding difficulties and/or low body mass index (BMI) [Azzi et al., 2015] .
With written informed consent from the parents and under approval by an ethical committee (Institutional Review Board Committees of National Center for Child Health and Development), we performed methylation analyses for two DMRs responsible for SRS (the H19-DMR at the 11p15 imprinted region and PEG1-DMR on chromosome 7), as previously reported [Kagami et al., 2015] . The methylation levels of these DMRs were normal (Table S2) . Further, because previous reports and our experiences of phenotypic overlap between SRS and TS14, we performed methylation analyses for the IG-DMR and MEG3-DMR at the 14q32.2 imprinted region [Kagami et al., 2015] , which revealed hypomethylation of these DMRs (Table S2 ). Microsatellite analysis for chromosome 14 identified maternal uniparental heterodisomy of chromosome 14 (Fig. 1H ). Array comparative genomic hybridization did not reveal any obvious copy number change.
The clinical manifestations in a small subset of TS14 apparently overlap with those of SRS. We summarized the clinical manifestations of TS14 patients with SRS-like phenotype, including the present patient [Poole et al., 2013; Azzi et al., 2015; Kagami et al., 2015] , those in a large cohort of TS14 [Ioannides et al., 2014] , and those in a large cohort of SRS [Fuke et al., 2013] (Table S1 ). No patient with the phenotype satisfied all of the six key findings in the N-H SRS clinical scoring system. The manifestations of body asymmetry and feeding difficulty in the six key findings are lower in patients with TS14 having the SRS phenotype than in patients with SRS and higher in patients with TS14. Obesity was not a feature in patients with SRS-like TS14, similar to that in SRS [Sienko et al., 2014] . Because it was reported that increased BMI in TS14 tends to be apparent after 7 years of age [Ioannides et al., 2014] , differences of weight gain rate between TS14 and SRS after later childhood may enable an easier clinical diagnosis of TS14. Muscular hypotonia is observed more in TS14 than in SRS (Table S1 ). In fact, our patient was not able to stand without support because of his hypotonia at 23 months of age. For children with SRS phenotype together with moderate to severe muscular hypotonia, genetic testing of TS14 should be considered. Radiological examination may be beneficial for the diagnosis of SRS-like TS14. Slender bones and dolichospondyly in the present patient were distinctive. Currently, however, very little is known about the skeletal changes in TS14. In literature search, we found only one case report on a TS14 patient with shortened long bones [Eggermann et al., 2001] . Further case accumulation of skeletal changes in TS14 and SRS-like TS14 is required to elucidate this issue.
In conclusion, a small subset of children with TS14 clinically resembles SRS. Methylation analyses for the IG-DMR and MEG3-DMR at the 14q32.2 imprinted region should be considered in children who have SRS-compatible phenotype, but not hypomethylation of the H19-DMR at the 11p15 imprinted region or hypermethylation of the PEG1-DMR on chromosome 7.
